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TI Chemotherapeutic potential of curcumin for colorectal cancer. 
AU Chauhan D.P. 

CS D.P. Chauhan, Department of Medicine, University of California San Diego, 
4028 Basic Science Building, La Jolla, CA 92093-0688, United States. 
dchauhan@ucsd.edu 

SO Current Pharmaceutical Design, (2002) 8/19 (1695-1706). 
Refs: 151 

ISSN: 1381-6128 CODEN : CPDEFP 
CY Netherlands 
DT Journal; General Review 
FS 016 Cancer 

030 Pharmacology 

037 Drug Literature Index 

038 Adverse Reactions Titles 
04 8 Gastroenterology 

052 Toxicology 
LA English 
SL English 

AB Colorectal cancer is one of the leading causes of cancer deaths in the 

Western world. More than 56,000 newly diagnosed colorectal cancer patients 
die each year in the United States. Available therapies are either not 
effective or have unwanted side effects. Epidemiological data suggest that 
dietary manipulations play an important role in the prevention of many 
human cancers. Curcumin the yellow pigment in turmeric has been widely 
used for centuries in the Asian countries without any toxic effects. 
Epidemiological data also suggest that curcumin may be responsible for the 
lower rate of colorectal cancer in these countries. Curcumin is a 
naturally occurring powerful anti-inflammatory medicine. The anticancer 
properties of curcumin have been shown in cultured cells and animal 
studies. Curcumin inhibits lipooxygenase activity and is a specific 
inhibitor of cyclooxygenase-2 expression. Curcumin inhibits the initiation 
of carcinogenesis by inhibiting the cytochrome P-450 enzyme activity and 
increasing the levels of glutathione-S-trans f erase . Curcumin inhibits the 
promotion/progression stages of carcinogenesis. The anti-tumor effect of 
curcumin has been attributed in part to the arrest of cancer cells in S, 
G2/M cell cycle phase and induction of apoptosis. Curcumin inhibits the 
growth of DNA mismatch repair defective colon cancer 

cells. Therefore, curcumin may have value as a safe chemotherapeutic agent 

for the treatment of tumors exhibiting DNA mismatch 

repair deficient and microsatellite instable phenotype . Curcumin 

should be considered as a safe, non-toxic and easy to use chemotherapeutic 

agent for colorectal cancers arise in the setting of chromosomal 

instability as well as microsatellite instability. 
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TI Mice defective in the mismatch repair gene Msh2 show 

increased predisposition to UVB radiation-induced skin cancer. 

AU Meira L.B.; Cheo D.L.; Reis A.M.; Claij N.; Burns D.K.; Te Riele H.; 
Friedberg E.C. 

CS E.C. Friedberg, Department of Pathology, Southwestern Medical Center, 

University of Texas, Dallas, TX 75235, United States. 
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Mice defective in the mismatch repair (MMR) gene Msh2 
manifest an enhanced predisposition to skin cancer associated with 
exposure to UVB radiation. This predisposition is further heightened it 
the mice are additionally defective for the nucleotide excision repair 
gene Xpc. To test the hypothesis that the predisposition of Msh2 mutant 
mice to skin cancer reflects a mutator phenotype associated with increased 
proliferation of skin cells following exposure to UV radiation, Msh2 
mutant mice were exposed to the tumor promoter TPA. Such mice showed a 
robust proliferative response in the skin, but did not manifest evidence 
of dysplasia or neoplasia. We conclude that the predisposition of Msh2 
mice to UVB radiation-induced skin cancer reflects an interaction between 
the processes of mismatch repair and some other . u ^ 

excision repair mode, the exact nature of which remains to be established. 
.COPYRGT. 2002 Elsevier Science B.V. All rights reserved. 

ANSWER 3 OF 6 MEDLINE * DUPLICATE 1 

AN 1999176825 MEDLINE 
DN 99176825 PubMed ID: 10078939 

TI Microsatellite instability during the immortalization and transformation 

of human breast epithelial cells in vitro. 
AU Huang Y; Bove B; Wu Y; Russo I H; Yang X; Zekri A; Russo J 
CS Breast Cancer Research Laboratory, Fox Chase Cancer Center, Philadelphia, 

Pennsylvania 19111, USA. 
NC ROl CA 67238 (NCI) 

SO MOLECULAR CARCINOGENESIS, (1999 Feb) 24 (2) 118-27. 
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DT Journal; Article; (JOURNAL ARTICLE) 

LA English 

FS Priority Journals 

EM 199903 

ED Entered STN: 19990413 

Last Updated on STN: 19990413 
Entered Medline: 19990331 

The objective of this study was to determine whether microsatellite 
instability (MSI) and loss of heterozygosity (LOH) are involved in the 
immortalization of human breast epithelial cells (HBECs) in vitro and m 
the early stages of their transformation by benzo [ a] pyrene (BP) and 
7, 12-dimethylbenz [a] anthracene (DMBA) . We performed a 

genome-wide analysis of a total of 466 microsatellite DNA polymorphism 
loci along the X chromosome and the 22 pairs of human autosomes. MSI was 
found in the immortalized MCF-IOF cells at the following loci: D11S1392 
(on chromosome llpl3) and D17S849 (at 17pl3.3), D17S796 (at l^P^^ • ^ > ' ^ ^ 
D17S513 (at 17pl3.1), TP53 (at 17pl3.1), D17S786 (at 17pl3.1), and D17S520 
(at 17pl2) on chromosome 17. The BP-trans formed cells exhibited MSI m the 
same loci and also in locus D11S912 (at llq25). The more transformed BPIE 
cells also exhibited MSI on chromosome 13ql2-13 at D13S260 and D13S289, 
markers known to flank the breast cancer susceptibility gene BRCA2 . In the 
DMBA-transformed D3 and D3-1 cells, MSI was observed at the locus D13S260 
in addition to the previously reported locus D16S285 (at 16ql2.1). No LOH 
was observed on any of the chromosomes tested in these cells. These 
observations led us to conclude that the immortalization and 
transformation of HBECs may involve defects in mechanisms responsible for 
the cell's genomic stability, such as DNA replication and DNA 
mismatch repair. 
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